improved control of the diabetic patient in labour using the intravenous insulin pump would seem to confirm the work of Shelley et al.
The perinatal mortality obtained during the twenty-five years is shown in Table  10 . Low perinatal mortality can only be achieved by a combination of close control of the maternal diabetes in pregnancy and labour and careful monitoring of fetal well being throughout, but especially during labour where a high incidence of fetal distress is to be expected. Table 8 . Frequency offetal distress in diabetic labour at King's College Hospital (1971 Table 9 . Effect of treatment on fetal distress in diabetic labour at King's College Hospital (1971 Table 10 . Perinatal mortality in diabetic pregnancies at King's College Hospital (1951 This report describes the problems encountered in the management of 294 consecutive liveborn infants of diabetic mothers (IDMs) born at King's College Hospital in the nine years 1968-1976. Included are 34 infants of mothers with gestational diabetes, treated either with insulin and carbohydrate restriction during that pregnancy or with diet alone. The other 260 patients are children of women with established diabetes who were being treated with insulin prior to and during the pregnancy. In 1968 the obstetric, diabetic and neonatal units moved into a new building and this permitted even closer cooperation than had previously been the case. Prior to that time, the perinatal mortality rate had been steadily falling as a result of the care given to these patients. and there had begun to be a noticeable, though not documented, fall in the incidence of idiopathic respiratory distress syndrome. Since that time, the perinatal mortality has continued to fall, but perinatal morbidity remains a problem.
Appearance
Most infants still have a characteristic appearance. They tend to be chubby, hirsute and plethoric. Copious vernix caseosa is often present. Peripheral cyanosis is common and milia of the nose is frequent. They adopt a 'frog-like' posture of extended arms alongside the head and lie with thighs abducted and knees flexed. Tremulousness is frequent and they are easily startled. Respiration rates tend to be rapid initially. The umbilical cord is thick, the placenta large. Umbilical arterial pulsation is often prolonged. Clinically detectable hepatomegaly is frequent and the kidneys are often easily palpable. It used to be accepted that weight loss was marked in the first few days, and this was ascribed to inevitable water loss. This was probably due to the delayed onset of adequate feeding. Early feeding is now the rule and in the past three years in our unit the mean maximal weight loss has been 5.8 0 0 ±2.8 0 0 of the birthweight. The chubbiness was ascribed partly to increased extravascular water; in fact, most of this appearance is accounted for by an increased fat accumulation. The excessive contribution of adipose tissue to total body weight may lead to overdosage of drugs and fluid if these are prescribed per unit body weight. Whitelaw (1977) has demonstrated that the subcutaneous fat is related to the quality of diabetic control of the mother.
Birthweight
The mean annual birthweight for all IDMs in the past sixteen years has not altered appreciably. though infants are now being delivered somewhat later in pregnancy. If only the birthweights 1968-1971-1974- 1968 1969 1970 1971 1972 1973 1974 1975 1976 [1968] [1969] [1970] [1971] [1972] [1973] [1974] [1975] [1976] of those delivered at 37~38 weeks in the last nine years are examined ( Figure I) , the mean birthweight has not changed but 'the weights are distributed over a narrower range. When the birthweight is plotted against the gestational age, it will be seen that in the last three years fewer infants are in the group lying above the 75th centile ( Figure 2 ).
Head circumference
In some of the larger infants the head circumference may appear disproportionately small, but in fact the mean head circumference of those born at 37-38 weeks in the past three years was 34.2 em, which is above the 75th centile for this degree of maturity. This is in agreement with the observation of Murata & Martin (1973) , who noted that the ultrasonic biparietal diameter ofthe fetal head is normal from 30-37 weeks, but that from 37 weeks the diameter is larger than normal.
Asphyxia and acidosis
The incidence of asphyxia (Apgar score at I minute of < 7) has not altered appreciably in the last nine years, being 42% in 1968-1970, 34% in 1971-1973 and 35 .2% in the last three years. In about half of the cases, asphyxia was severe enough to require treatment with intubation and intermittent positive pressure respiration. Asphyxia was more common in the larger infants and in those delivered by Caesarean section. Prod'hom et al. (1964) have shown in a careful study of a small group of IDMs that their acid base control was as effective as that of normal infants. During the last three years, acidosis, defined as base deficit of >5 mmol/l and a pH of <7.28 (H+ concentration of > 52 mmol/l) was found in 13.2% of infants within the first four hours. In these, treatment with intravenous sodium bicarbonate was given.
Respiratory distress .
The idiopathic respiratory distress syndrome (IRDS) is known to be more common in IDMs (Gellis & Hsia 1959) . Hubbell et al. (1965) showed that the incidence ofthe disorder is higher in the premature IDMs. Usher et al. (1971) ascribed the greater risk of the syndrome mainly to Caesarean section, and hence advocated vaginal delivery whenever possible. However, a recent paper by Robert et al. (1976) shows that the risk of the syndrome in IDMs is 23.7 times greater than that for the infant of the nondiabetic mother. When additional risk factors such as gestational age and mode of delivery are taken into consideration, IRDS is still 5.6 times more common in these infants. Smith et al. (1975) have shown that insulin inhibits the stimulation of lecithin synthesis by cortisol in cultured fetal lung cells. Since IRDS is associated with surfactant deficiency, this suggests a possible mechanism for the predilection for this disease in IDMs. There is, however, some evidence that surfactant may be present in the lungs of some. of these infants who have died of hyaline membrane disease (Boughton et al. 1970) . Also, the lecithin/sphingomyelin ratios (LjS ratios) of the amniotic fluid may be satisfactory and yet the infant may manifest respiratory distress after birth (Donald et al. 1973) . Cruz et al. (1976) report similarly and add a further 25 cases from the literature. Hallman & Gluck (1977) indicate that though surfactant may be isolated from these infants, there may be a qualitative difference, in that phosphatidylglycerol-an important component ofthe surfactant phospholecithins -might be absent in the surfactant of IDMs. Francois et al. (1974) noted that before January 1971, 16 of 104 infants had hyaline membrane disease, but since then the incidence has fallen to 4 out of SO cases. They attribute this change to delivery at 37 instead of36 weeks. We have also noted a fall in the mortality from IRDS (Table 1) . This fall preceded the routine measurement of the L/S ratio in amniotic fluid, and it is tempting to ascribe it to increasingly careful control of matemal diabetes. 'Mild' cases of respiratory dist.ress-defined as i~fants with tachypnoea, some intercostal recession and sometlmes an expiratory grunt, lasting for less than twelve hours -have also decreased in frequency during this period. In most, the only finding was tachypnoea. In some large infants this tachypnoea was associated with the high ambient temperature provided by incubator care and subsided when the infant was moved into a cooler environment. In a few others, the rapid respirations and typical X-ray appearances resulted from the syndrome of 'transient tachypnoea of the newborn', which is thought to result from slow absorption oflung liquid. In a few infants with distress, polycythaemia was found and in some of them it was difficult to decide whether the symptoms were due to congenital heart disease. There was one case of pneumonia in the series. Hypoxia with respiratory distress is treated promptly by raising the ambient O 2 concentration sufficiently to maintain aortic oxygen tension of 70-90 mmHg (9.3-12.0 kPa). An X-ray is taken to delineate the cause. Continuous distending pressure may be required and in some infants, intermittent positive pressure ventilation may be needed.
Hypoglycaemia
Blood glucose levels of' < 20 mg/dl (1.1 mmol/l) in the low birthweight infant and < 30 mg/dl (1.7 mmol/l) in the infant with normal birthweight, occur with greater frequency in IDMs than in infants of nondiabetic mothers. The reported frequency of hypoglycaemia varies from 16-76% ). Most authors have found that the nadir of blood glucose occurs within the first hour after birth and then the concentration begins to rise, but in some babies levels of blood glucose may remain persistently low and in at least one report (Francois et al. 1974 ) the onset of hypoglycaemia was shown to be delayed in some infants. The condition is more common in the larger infants and in those after recovery from asphyxia, Most infants do not show symptoms ofhypoglycaemia and when symptoms do occur, they may be nonspecific. 'Jitteriness' occurred in 74% of the IDMs reported by Tsang el al. (1976) and there was no correlation with levels of calcium (ionized and unionized), magnesium or with blood glucose concentration. In some infants, apnoeic attacks, hypotonia, hypothermia, extreme excitability and tremulousness, rolling eye movements and frank convulsions, are symptoms which strongly suggest underlying hypoglycaemia.
It is established that these infants have hyperinsulinism and the evidence first provided by Baird & Farquhar (1962) of increased insulin-like activity in the plasma, has since been supported by further work (see Comblath & Schwartz 1976 ). The hypothesis suggested by Pedersen et al. (1954) of matemal hyperglycaemia leading to fetal hyperglycaemia and in tum to fetal hyperinsulinism, is widely supported. Indeed, the degree of neonatal hypoglycaemia has been found to be related to the average ofthematemal blood glucose in the last few months before birth (Pedersen 1967) , to the rate of fall in the blood glucose (K. value) after an oral glucose tolerance test in the mother (McCann et al. 1966) , to the sum of glucose values in the oral glucose tolerance test of the mother, and to the severity ofmate mal diabetes . The disappearance ofendogenous glucose in the infant after birth relates too to the area under the curve of the mother's oral glucose tolerance test and also to the 2-hour glucose level and to her daytime plasma glucose in the last trimester (Gillmer et al. 1975) .
Additional predisposing factors which might be associated with hypoglycaemia are poor catecholamine release and diminished glucagon release in these infants (Bloom & Johnston 1972) .
It is argued by that asymptomatic hypoglycaemia in IDMs has not been shown to be associated with neurological sequelae, but the number ofcases reported was not large and in any event, all cases of hypoglycaemia in that study had received treatment. On the subject of symptomatic hypoglycaemia, there is general agreement that failure to treat adequately with intravenous glucose may result in irreversible neurological damage. Asymptomatic hypoglycaemia, defined as a blood glucose concentration of less than 30 mg/dl (1.7 mmol/l) at two hours and at four hours, which persists without producing symptoms, was present in 13-15% of infants in the years 1968-1973 and has fallen to just over 7% in the last three years (Figure 3 ). Symptomatic hypoglycaemia manifesting with the symptoms described above, associated with a low blood glucose concentration and responding immediately to an intravenous injection of glucose, occurred in a decreasing number of infants in the nine year period. Hospital 1968 Hospital -1976 Capillary blood glucose is measured at two hours and at four hours (Essex et 01. 1973) and if the level is less than 45 mgjlOO ml on both occasions and the venous sample confirms hypoglycaemia, intravenous glucose is given followed by a glucose.infusion to supplement the feeding regimen which has already been started. Symptomatic hypoglycaemia is treated similarly. Unless the symptoms are abolished promptly and convincingly after an i.v, injection of 25 0 0 or 500~glucose (0.5-1 g/kg body weight), other causes should be sought. Meningitis cerebral haemorrhage, cerebral damage from anoxia, hypocalcaemia and hypomagnesaemia may all produce similar symptoms.
Intractable hypoglycaemia of the newborn has resulted from the use of sui phonylurea drugs in late pregnancy (Zucker & Simon 1968 , Kemball et 01. 1970 . Exchange transfusion may have to be performed in these cases.
Hypocalcaemia
A controlled study by Tsang et al. (1972) has confirmed the findings of others (Zetterstrom & Arnhold 1958) that hypocalcaemia is more common in IDMs. Tsang et 01. (1975) advance the hypothesis that hyperparathyroidis~of diabetic mothers might suppress fetal parathyroid function and lead to hypocalcaemia of the newborn. As in infants of normal mothers, hypocalcaemia in some cases occurs in association with difficult pre-term delivery, with the correction of acidosis accompanying asphyxia or IRDS, and after the infant has been fed with a milk containing a high concentration of phosphorus.
Hypocalcaemia -serum calcium <7.0 mg/dl (1.65 mmol/l) -occurred in 20% of the cases described by Francois et al. (1974) , though not all were symptomatic. In our infants there were 8 cases in the nine years, and in 3 there was associated hypomagnesaemia. In our infants, calcium and magnesium levels are determined only in those patients with suggestive symptoms -neuromuscular excitability, apnoeic spells and fits. Chvostek's and Trousseau's signs are not sufficiently reliable indications of hypocalcaemia. In the presence of suggestive symptoms, and when hypoglycaemia has been excluded, blood is taken from a peripheral vein, without compression, for calcium and magnesium determination and if the calcium is low, a slow intravenous injection of 5% calcium gluconate (50-100 mg/kg) is given. Sometimes this is done before the result of the serum calcium concentration is known. This should promptly abolish the symptoms if caused by hypocalcaemia. Further intravenous calcium may be required but many cases can be managed subsequently with oral calcium gluconate.
Hypomagnesaemia
Serum magnesium levels of~1.5 mgfdl (0.6 mmol/l) were found (Tsang et al. 1976 )to occur in 37.5% ofa group ofIDMs at least once in the 33 days and in 14%on at least two occasions. The incidence was increased when maternal diabetes was severe. It was suggested that neonatal hypoparathyroidism may be a likely explanation for this phenomenon, though additional causes are possible, such as maternal magnesium deficiency and premature delivery. When hypomagnesaemia is confirmed we administer magnesium sulphate 0.1 ml/kg of a 50% solution slowly intravenously.
Polycythaemia
The neonatal haematocrit is influenced by such factors as delay in cord clamping and placental transfusion at birth, as well as by the maturity of the infant, and these may account for the reported differences in haematocrit levels in IDMs. Like Taylor et al. (1963) , we have found a high mean haematocrit in the capillary blood of these infants. Francois et al. (1974) found a third of the infants in their series to have a haematocrit of greater than 60%. In our study, the mean haematocrit of infants born in the last three years was 64.2 0 0 at 2-4 hand 67.3% at 4-8 h after birth. The viscosity of the blood increases rapidly at levels of whole blood haematocrit in excess of 60% (Kontras 1972) .
Apart from appearing plethoric, severely polycythaemic infants may be lethargic and hypotonic. Conversely, some may develop twitching movements of the limbs and even frank convulsions. Respiratory distress has also been reported (Danks & Stevens 1964) , as has cardiac failure (Francois et af. 1974 ). In the past three years we have found 32 (34%) of the IDMs to have a haematocrit in the first eight hours in excess of 70%. A venesection was performed in 21 of these babies. In the past, we had only performed a venesection in isolated cases when the symptoms described above were present and polycythaemia was then confirmed. However, in the past three years we have been electively carrying out this procedure in most infants with polycythaemia, and during this time we have not found any infants who showed any of the symptoms which might have been consequent on polycythaemia. Jaundice, however, is more common in these babies. The polycythaemic infants accounted for 86.7% of those with a bilirubin value of> 10 mg/dl (171.0 umol/l), and 81.3% of the plethoric infants were significantly jaundiced, whereas only 27.6% of the total group of IDMs were jaundiced. Venesection did not prevent the problem of jaundice, though we have no polycythaemic controls in whom venesection was not done. We therefore do not know whether jaundice would have been more severe if the procedure had not been carried out.
The mechanism of the polycythaemia is unknown. There is evidence of increased haemopoiesis in these infants and marked extramedullary haemopoiesis in the liver is characteristic. This has been suggested as occurring secondarily to fetal hypoxia. Haemoglobin Ale, a normal variant of Haemoglobin A, is increased in diabetic pregnancy (Schwartz et al. 1976 ). This haemoglobin has decreased reactivity to 2,3,di-phosphoglycerate, and possesses an increased oxygen affinity. The presence of an increased proportion of this haemoglobin in the mother is one possible explanation for fetal hypoxia and hence polycythaemia. Placental transfusion should be limited after birth. We recommend that the packed cell volume be routinely measured at 2-4 h and again at 4-8 h after birth, and iflevels of greater or equal to 70% are found, blood is removed in 5-10 ml aliquots via the umbilical vein, with appropriate aseptic precautions, and the volume is replaced with an equal volume of plasma.
We have found that our original recommendation, that 5-10% of the blood volume should be removed and replaced with plasma (Essex et al. 1973) ,was too low, as it makes no allowance for haematocrit readings even higher than the level of 70%. We would now recommend removal of 10%of blood volume at haematocrit levels of 70%, and as much as 20%of the blood volume at haematocrit levels of 80%. In every case, of course, the blood removed is replaced with an equal volume of plasma.
Thrombosis and haemorrhage
Renal vein thrombosis is reported to occur more frequently in IDMs (Takeuchi & Benirschke 1961 ). Francois et al. (1974 describe 2 cases in their series of 147 infants; both had hyaline membrane disease and a high haematocrit. The pathogenesis of this complication is unknown, but polycythaemia is suggested as a likely antecedent. Peripheral arterial thrombosis in a limb has recently been reported by Ward (1977) . We have not recognized any such cases, but have had one infant in our series with bilateral adrenal abscesses following congenital streptococcus faecalis septicaemia, who probably had preceding adrenal haemorrhage. Black & Williams (1973) have stressed the probable role of undue abdominal compression during delivery contributing to adrenal haemorrhage, and in this infant, who had a difficult vaginal delivery, this may have played a role. This represents a further hazard of the large body size of the neonate. After drainage of the abscesses, the infant survived. Acute, but temporary adrenal failure has also been described in one case by Francois et al. (1974) . Oppenheimer & Esterly (1965) , describing cases of renal vein thrombosis, also found a high incidence of adrenal venous thrombosis. Nichols & Zaharopoulos (1969) describe a case of mesenteric artery thrombosis in the infant of a mother with gestational diabetes. Francois et al. (1974) also describe subarachnoid haemorrhage in 9.5% of his cases; in 4, the diagnosis was made at autopsy and in the other 10, on the basis of clinical signs of neurological disturbance and the presence of blood in the spinal fluid.
Jaundice
Hyperbilirubinaemja is more common in IDMs (Taylor et al. 1963) .The reasons for this often are conjectural and usually are multifactorial. Hubbell et al. (1961) have pointed out the decreased incidence of jaundice following early feeding. Olsen et ql. (1963) have shown that vaginal delivery is associated with a higher-incidence of jaundice than Caesarean section. For the nine-year period 1968-1976, we have found that the percentage of infants with hyperbilirubinaemia > 10 mg/dl (171.0 umol/l) ranged between 24-32%. Nearly 41% of these jaundiced infants were born after instrumental or breech delivery compared with 27% in the series as a whole (Table 2) . Noticeable bruising or injury accounted for 12jaundiced infants: in a few, cephalhaematoma was found; one baby with a fractured humerus required two exchange transfusions. The occurrence of jaundice was directly related to blood group incompatibility in 2 infants and to severe sepsis in 3 infants. Polycythaemia has already been commented on as being associated with an increased incidence ofjaundice and accounted for 26 jaundiced infants. Prematurity and respiratory distress also predispose to jaundice.
In order to prevent jaundice in the severely bruised infant, we often give phenobarbitone 2.5-5.0 mg/kg/day in three divided doses for the first 3-5 days. Although the beneficial effects of phenobarbitone on neonatal jaundice are greater if the drug is administered to the mother before delivery, it would be difficult to anticipate in which babies it would be required and its potential harmful effects on the newborn would not, we feel,justify the routine administration of the drug to the mother. Jaundice is treated with phototherapy when indicated and exchange transfusion performed when necessary. This was carried out on nine occasions in the past nine years.
Trauma
Birth trauma is more common in IOMs because oftheir large size, and in the nine-year period, 1.7%of infants had evidence of this. This does not include bruising. There have been 2 cases of temporary facial palsy, 2 cases of Erb's palsy -in one case with some residual weakness -and one case has had a fractured humerus.
Injection
Serious bacterial infection was found in a surprising number of infants; there were 7 cases of severe infection and an equal number of cases of minor infection -mainly conjunctivitis and Table 3 . Severe congenital abnormalities in IDMs at King's College Hospital (1968 (1974) there were 3 deaths due to septicaemia. No explanation can presently be given for the unexpectedly high incidence of infection we and others have found.
Congenital anomalies
Congenital malformations are more common in IDMs (Kucera 1971) . Pedersen et al. (1964) suggested that abnormalities are more common in the fetus of mothers with diabetic vascular complications. There is a greater incidence of congenital heart disease (Rowland et al. 1973) and of neurological and skeletal malformations. Lenz & Maier (1964) report a greater frequency ofabnormalities involving the lower vertebral spine, bony pelvis and upper femorathe caudal regression syndrome. Sacral agenesis is one example of this disorder, and occurs twenty times more frequently in IDMs than in infants of healthy mothers. In the nine-year period we have had 20 patients with severe congenital abnormalities (6.8%) and this incidence corresponds exactly to that ofFrancois et al. (1974) . Our cases include 7 infants with congenital heart disease, of which 3 were soon fatal (Table 3 ). There were 4 cases of neurological abnormality and 2 of caudal regression. In the same period there were 19 patients with minor congenital abnormalities noted in the newborn period. The severe abnormalities accounted for 54%of the neonatal deaths. The percentage of neonates with congenital abnormalities has not decreased in the past nine years (Table 4) . King's CollegeHospital(1968 ) 1968 1971 1974 We have not detected any cases of congestive heart failure resulting from congestive cardiomyopathy (Poland et al. 1975) or hypertrophic subaortic stenosis, as described recently by Gutgesell et al. (1976) , but it is important to be aware of this self-limiting syndrome which does not respond to conventional therapy with digoxin and diuretics. Davis & Campbell (1975) have reported a series of infants wfth symptoms of intestinal obstruction due to narrowing of the entire descending colon. Similar appearances were seen by them in a number of asymptomatic infants of diabetic mothers.
Deaths
There were 10 deaths (3.4%of all live births) in the first week of life and 13 deaths in the first month (4.4% of all live births). In the past six years, 4 of the 5 neonatal deaths resulted from congenital malformations (Table 5) , whereas this was not the case in the first three-year period. The perinatal mortality has steadily fallen in the 20 years from 1951-1975, being 32%in 1951-1955 and 3.3%in 1971-1975 . Harris (1950) has suggested tha~1:4% .of n~Ms might be diabetic before the age of 40 years. Farquhar (196?) has found 0.7(0 In hIS se.rIes and states that this is twenty-two times more common than In the general child population below the age of 16 years. Watson (1972) , in a King's Colleqe Hospital (1968 Deaths in first week series of 192 children born at this hospital and followed for 2-11 years, found 2 children with clinical and one with chemical diabetes. Farquhar found more short children than expected and, in addition, found that a greater proportion of children tend to be fat, especially girls. found that a high proportion of the children were short, but this was mainly related to the socioeconomic status of the family. A suggestion has been made that the increased number of fat cells present in the newborn period may predispose to obesity later (Knittle 1972); however, Whitelaw (1977) has shown that the initially increased skinfold measurements reach normal levels in infancy. The measurements made in our department in 1975(K Marks & H R Gamsu, unpublished) agree with this observation.
Late prognosis
More worrying has been the observation made by a number of authors of an increased incidence of retarded psychomotor development in IDMs. cannot advance any explanation for this. Francois et al. (1974) ascribed at least 2 cases to hypoglycaemia. Churchill et al. (1969) incriminated maternal ketoacidosis as a cause of the increased number of neuropsychological problems and Yssing (1974) related cerebral disorders to subnormal maternal oestriol excretion. Watson (1972) examined 240 children of diabetic mothers born during the period 1956-1962 at this hospital and found that at a mean age of 6.7 years, 2.5% had cerebral palsy and/or mental retardation, compared with 0.5% in a group of 220 controls.
We have no figures for recent follow up of surviving children and, therefore, are unable to say whether there is still an increased incidence of neuropsychological problems. However, itis our impression that this is not now a major problem in those infants born in the period under review.
Routine management
The paediatric staff is warned some time before the expected delivery of an infant of a diabetic mother and a paediatrician is present at the delivery. Asphyxia is anticipated and treated in the usual way -with nasopharangeal suction routinely and endotracheal intubation if required, followed by inflation with oxygen. Overhead radiant heating is employed to prevent hypothermia. The infant is exposed as little as possible during resuscitation by being kept wrapped in a warm towel. If fetal acidosis has been demonstrated during labour, the asphyxiated infant is given 5 ml of 8.4% sodium bicarbonate diluted in 5 ml of 5% glucose slowly via a peripheral vein, A sample of gastric fluid is aspirated via a nasogastric tube for examination for polymorphonuclear leukocytes and for culture to exclude amniotic infection. When the cord is thick it is ligated with broad linen tape.
When breathing normally, the infant is dried and wrapped in a warm. towel. If the mother has not been anaesthetised, she is encouraged to fondle the infant. Thereafter, the baby is placed in a warm incubator and transferred to the Neonatal Intensive Care Unit where he is nursed nude in an incubator for the first 24-48 hours under a perspex radiant heat shield. The temperature within the incubator is maintained at 32-34°C depending on the size of the baby, the aim being to keep the abdominal skin temperature at 36.5°C. Some ofthe larger infants find this temperature too warm and when vasodilatation, sweating or tachypnoea are observed, the incubator temperature is reduced or, if the infant is well, he is transferred to a cot. We attempt to return the infant to the mother as soon as possible. In the last nine years, 44% of the infants remained in the nursery for less than five days and 90% for less than ten days. The period of separation from the parents has been shortened further, but while it exists they are encouraged to visit and handle the infant. Vitamin K 1 (1 mg) is given intramuscularly soon after birth and the infant is carefully examined, especially to exclude any congenital abnormality. The lower spine is carefully palpated. Within thirty minutes of birth, capillary blood is taken from a warmed heel to exclude acidosis, which is treated when necessary. Further blood samples are taken at two and four hours after birth to detect hypoglycaemia and to estimate the haematocrit.
Conclusion
Others, including myself, have tried to match Farquhar's (1959) elegant and accurate description of these infants, without success. The picture it conjures up, however, is one ofa group of plump, hirsute and ruddy infants, slightly dissolute but hale, and in some cases is somewhat too comforting.
Though in the interests of the bond between mother and infant we are inclined to keep them together -and the improved mortality statistics would seem to justify this -we are reminded that for the first few days at least, several complications to which they are prone compel us to keep these babies under surveillance, and to predict, prevent, and deal with the crises which might arise.
The improvement in mortality figures is reflected also in a decrease in morbidity with a falling incidence of respiratory distress and ofsymptomatic hypoglycaemia. It is likely that this has resulted from improved control of the diabetes. It is hoped that, jaundice, polycythaemia and hypocalcaemia will also similarly diminish in frequency. We have yet to make inroads on the hazard of congenital abnormality. Perhaps a careful control of the diabetic state at conception and during the early weeks of embryonic development will lessen the incidence of this problem as well.
